Summary. Mice 
INTRODUCTION
In a previous paper (Hunt & Johnson, 1971) , we discussed abnormalities of spermiogenesis in two male sterile alíeles, p6H and p25H, at the pink-eyed dilution locus on chromosome 7 (linkage group I) of the mouse. Although the mutation was named for a diminution of eye and coat pigment, the degree of dilution varies in p alíeles which have been recovered as spontaneous mutations or in specific locus mutation experiments. Effects other than dilution of pigment are common. Some alíeles (ps: Hollander, Bryan & Gowan, 1960;  p6H a.ndp25H: Hunt & Johnson, 1971 ; pbs: M. F. Lyon, personal communica¬ tion) are male sterile and reduce female fecundity; p11H usually dies at birth with cleft palate, rare survivors being small and sterile. In addition, there are often effects on behaviour. We have previously referred to this collection of abnormalities as the 'pink-eye syndrome' and expressed the view that it may have an endocrinological basis (Hunt & Johnson, 1971) . Wolfe (1971) (Fig. 6 ).
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Figs 7 and 8. Light micrographs of median sections through the ovaries of a 10-week-old normal (+//>"") mouse ( Fig. 7 ) and ap25H/p25H littermate ( Fig. 8 ).
PLATE 3
Figs 9 and 10. Aberrant binovular (Fig. 9) and atretic ( Fig. 10 ) follicles in the ovary of a 10-week-old/>""//>"" mouse.
Figs 11 and 12. Transverse sections through the uteri of a 10-week-old +/+ mouse (Fig. 11) and a p"H/p"H littermate (Fig. 12 ). Fig. 3 ). In the p25H homozygotes, many of these axons showed degenerative changes involving the swelling, disruption and coalescence of the neurosecretory vesicles (PI. 1, Fig. 4) . A characteristic of vesicle degeneration was the appear¬ ance of a wide space between the membrane and its electron-dense contents, and the disruption of the membrane into a number of partially separated layers (PI. 1, Fig. 4 Fig. 6 ) of the axon. These non-vesiculated regions were rich in smooth endoplasmic reticulum. A more extreme form consisted of large areas of electron-dense cytoplasm which contained large numbers of degenera¬ ting vesicles (PI. 1, Fig. 4 ). It seems likely that these changes form a sequence (Table 4) , and the uteri of these mice were less responsive to daily injections of oestradiol-ß ( (Table 6 ). Mice were ovariectomized 10 days before determination of the uterine weight. The numbers in parentheses are the number of mice used. (Table 7) . Wolfe (1971) , who used bioassays of the pituitary, found differences between p\p and + mice which he ascribed to a difference between the two genotypes in the activity of endogenous LH.
It is by no means certain that the lack of the X-zone of the adrenal cortex is a consistent part of the pink-eye syndrome, but the presence of this abnorm¬ ality in a percentage of homozygotes deserves comment. The trophic hormone of the X-zone has been reported to be LH (Chester Jones, 1949) . However the absence of this zone in mice homozygous for Snell's pituitary dwarf (dw: Deanesly, 1938 ), a mutant deficient in GH (Lewis, 1967) , TSH (Ortman, 
